Editorial
Thalamic mechanisms of chest-pain in the absence of cardiac pathology Mechanisms Thalamocortical mechanisms of pain memory Stimulation-evoked pain memory may be related to the projection from the thalamus to the cortical areas that pro-ject to the medial temporal lobe. The region posterior and inferior to Vc projects to the anterior insular cortex, the parietal operculum, and secondary somatosensory cortex-SII." There is good evidence that cortical areas receiving input from the region posterior and inferior to Vc are involved in pain processing.7 SII and insular cortical areas involved in pain processing also satisfy criteria'4 for areas involved in sensory memory through corticolimbic connections.7 Thus there is anatomical and physiological evidence to support a model of conditioned limbic structures that can be triggered by innocuous and unrelated somatic or emotional stimuli to reproduce a memory of the affective and sensory aspect of pain through thalamocorticolimbic connections. Evidence for such a model is also found in the production of emotional phenomenon by stimulation of the amygdala in patients whose seizure aura included those emotional phenomena."5 These results suggest that peripheral stimuli activating these same pathways could reproduce the pain, including the affective dimension. Specifically, innocuous stimuli converging with cardiac afferents might provoke the previous experience of angina.
Examples of memory for visceral pain
The model explaining reproduction of previously experienced pain is not unique to cardiac pain. Memory of previously experienced visceral pain has been well demonstrated for renal colic. Giamberardino and coworkers showed significant sensory abnormalities in patients with previous episodes of renal colic who were currently free of renal disease.'6 Almost all of these patients (8/9) had decreased pain thresholds for muscular stimuli applied to the flank on the side of a previous episode of renal colic. '6 Thresholds were normal on the unaffected side. A few patients (2/9) continued to have episodes of pain "similar to that which was perceived when the calculus was still present in the renal tract". One of these patients experienced an acute attack of renal colic associated with autonomic signs in the absence of any evidence of a calculus. ' 
